imaging scan was not performed because the lesion was a bone defect and anesthesia was necessary due to the patient's age. CT (Somatom Sensation 4; Siemens, Erlangen, Germany) was performed to further investigate the lesions, and the scan showed multiple lytic lesions with smooth contours in the right parietal bone, bilateral temporal bones, bilateral frontal bones in the orbital upper-medial wall, and primarily in the occipital bone (Figure 1, 2) . A volume rendered CT scan provided a global view of the lytic skull lesions (Figure 3, 4) . The evaluation suggested a congenital defect since the lesions were regular-shaped, there was no soft tissue component, and the adjacent calvarial bones had a normal structure and density. A joint meeting between the departments of general pediatrics, hematology-oncology, neurosurgery, and radiology concluded that the findings were consistent with an enlarged parietal foramina variant and elected to monitor the patient. Ultrasound follow-up was performed to avoid radiation from CT examination ( Figure 5 ). No marked change in the lesions was observed during a three-year follow-up period.
DISCUSSION
A normal calvarium is formed by intramembranous ossification, and parietal bones begin to ossify during gestational weeks 7-8 (6). While enlarged parietal foramina are the result of impaired prenatal ossification, which is normally complete by gestational week 20, they can also develop in the postnatal period (4, 7) . It has been reported that foramina can shrink in size with advancing age and that there is marked intrafamilial heterogeneity (8) . Parietal bones are a common site of cranial defects (3). While enlarged parietal foramina are generally the result of delayed or inadequate ossification of the parietal bone, they are also known to be a normal variant of calvarial development (4, 5, 8) . This defect can be isolated or concomitant with craniofacial dysostosis, microcephaly, eye and ear abnormalities, mental retardation, seizures, vascular anomalies, and cortical defects, as well as cleidocranial dysplasia and Rubinstein-Taybi syndrome (4, 7-9). Our patient had no concomitant disorders.
Enlarged parietal foramina have autosomal dominant inheritance and are caused by mutations in genes MSX2 (on chromosome 5) and ALX4 (on chromosome 11) (4, 7, 8) . No clinical differences are seen in cases with these two mutations (7). They can be diagnosed with genetic testing, especially in cases with known familial mutations (7) .
Differential diagnosis of cranial bone defects must be made with care. Normal parietal foramina are generally bilateral and symmetrical in the posterior parietal area, providing passage to the emissary veins connecting the occipital veins to the superior sagittal sinus, and the anastomoses to the middle meningeal and occipital arteries (3, 4) . Lacunar skull is a dysplasia of the membranous part of the calvarium that appears as well-defined lucencies corresponding to nonossified fibrous bone. It typically resolves at six months of age (5) . Enlarged parietal foramina can be separated from meningoceles, encephaloceles, and dermoid cysts based on their features, such as whole bone defects, their typical location, bilaterality, proximity to the midline, and presence of sutures connecting the defects (3). They must be radiologically differentiated from eosinophilic granuloma, epidermoid cysts, metastasis, multiple myelomas, fibrous dysplasia, osteoporosis circumscripta, and bone cysts (10) . Eosinophilic granuloma is characterised by bony sequestrum and the rarely seen periostal reaction. Epidermoid cysts are lytic, have a sclerotic border and calcification of contents, and lead to remodelling and expansion of the outer and inner tables. Metastases are generally accompanied by soft tissue masses, while multiple myeloma lesions can also be found in other parts of the body (1).
Calvarial foramina tend to be multiple, but are limited to 3-4. The presence of over six defects remote from the midline is suggestive of malignancy (2). While our patient had multiple lesions located remote from the midline, they were not malignant. A study describing a patient with foramina in the parietal, occipital, and frontal bones suggested that the smaller the infant, the more pronounced the cranial defects (3). While the frontal defect in that study was on the forehead, it was in the bilateral upper-medial orbital walls in our case. Similar to that study, our patient also had multiple bilateral temporal foramina.
To the best of our knowledge, multiple occipital, parietal, temporal, and frontal foramina have not been reported in the literature before. In patients presenting with calvarial defects, attention must be paid to the features and location of the defects. Enlarged parietal foramina should be considered in the differential diagnosis once hyperparathyroidism, osteoporosis circumcripta, hemangioma, eosinophilic granuloma, epidermoid cyst, and metastasis are ruled out. 
